Considerable proliferation of enterocytes, forming adenomatous growths within the intestinal mucosa, is a consistent feature of a number of enteric conditions in animals, now referred to under the general heading of proliferative enteropathy. These were originally described in pigs as adenomas of the ileum and colon1 and this condition was found to have a worldwide occurrence.2 Similar conditions were subsequently described in a number of other animal species, again under the general heading of proliferative enteropathy or enteritis. The degree, however, of mucosal proliferation, corresponding to a description of hyperplasia, through adenoma to a more carcinomatous form, varies between species.
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Occasional reports of the condition in the fox,3 horse,4 and guinea pig5 describe a hyperplastic condition of the mucosa whereas hamsters6 7 develop adenomatous lesions similar to the pig, and the rat8 and ferret9 can develop an apparently carcinomatous condition with true metastases to local lymph nodes. Study of the disease was revolutionised in 1974 by the discovery that these lesions in pigs had the consistent presence of intracellular bacteria lying free in the cytoplasm of proliferating enterocytes.'0 These bacteria were not detected in normal animals or in unaffected portions of the intestine. The disease is infectious and is transmitted by oral exposure of animals to diseased mucosa. 7 It has been suggested that this weak and delayed immune response is at least partly caused by the ability of bacteria residing within the crypt enterocytes of pigs to escape immune surveillance to some degree. 42 Somewhat similar disturbances of normal immune response patterns may occur in patients with inflammatory bowel disease, wherein the local recruitment of cytotoxic T cells is delayed, possibly because of a defect in normlal enterocyte activity.4445 The accumulation of IgA in affected enterocytes possibly results from the disruption of their normal activity by the presence of intracellular bacteria, or from the immaturity of the affected cells.
In conclusion, the occurrence of a common disease in animals, in which the presence of intracellular bacteria of the delta group of Proteobacteria clearly triggers massive proliferation of enterocytes, offers food for thought for gastroenterologists. Can bacteria in the gut interact with host cell membrane receptors that affect growth? Can some bacteria produce mitogenic factors acting locally on the bowel? The elucidation of the mechanisms underlying host cell proliferation induced by these bacteria will be the next goal.
